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Foxp3® regulatory T (Treg) cells play a key role in establishing and maintaining natural
self-tolerance. We have established a novel method for high—throughput analysis of the
T cell receptor (TCR) repertoire using the next generation sequencing technology. By
applying this method, we have analyzed the TCR repertoires of Foxp3® and Foxp3™ T cells
and found that they are largely distinct. While this dissimilarity was established within
the thymus, the repertoire of Foxp3' T cells was reshaped substantially in the periphery.
In addition, we have also found that the normal T cell repertoire harbored a population
of Foxp3™ helper T cells with previous history of Foxp3 expression and that their TCR
repertoire was distinct from Foxp3® Treg cells. Our results suggest that TCR specificity
plays a central role in the lineage commitment of Treg cells.
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KERRRED—2ThH Y | £ DUHEN
BAMRT Dkk 2 2R (A CmER, 7L u¥
—. RIEMRE, DA, BHEEER L) %
WikT 5 ETCHERETHDH, ITF, KK
U o SRR IR IZ BT A EDOREIR (/1
—UBRE) BB OROGE T Hilass 25k
FAEL, T OIS & & I3 5 ReIC
23w b L7ZilEEYE T #IE (regulatory T cells,
Treg) &FHINDHMED T MfRANIZ L - T
REENAYICHIHI S CH QAN L T
BT ERHLNTA > TE = (Hori et al., Adv
Immunol, 2003), F 41X, & hB IO~ R(C
HARFAE S 2 A QR IPEX DR KE S
- Foxp3 7% Treg D34 - 43/b & BifilinE % =]
HYAL—BETE LTHIET D Z L&)
O THLMNI L., Treg DFA - BEREIRF 235
BRIZ IPEX &) EE R B O R R OEEE
MRRNTHDZ EERL, Treg 28 B &
TR DN RO 72 B 2 R LT\ D
Z & Z&GFEBA L 72 (Hori et al.,, Science, 2003;
Komatsu and Hori, PNAS, 2007),
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RIZAFAET D Treg 3fbIZH1F 5 TCR FREE
DEFNIAATH 7o, £7o. EFREKRIAEF
£9 5 Treg 28T 5 tTreg & iTreg DEH 5D
BREIZELTHLAHATH T,

2. WHED B

ARFFEIL, Treg /LI HiF D TCR ik
DEEN P EMNT D202, kDT 7'm
—F OBEERZ R L, EFEERICFET D
Treg ® TCR L X N7 Zfffr+25 2 L% Hi5
L, 2Oz, £97o—rHifizicH
L. AHRZE L (BRI R4 - 4
Byttt o 2 —) LRETER v R
70 BB U 72 Treg D% % B4 L 72 ES (nuclear
transfer ES, ntES) #lfd% 6 7 o — i L7,
% LT Z® ntES Aifu A AV T Treg H12k TCR
ZE /7 —F VBT 5 " Treg-TCR”~ 7
AETNOBNL 2R T2, S HIT, 1EkD
TCR L /X N 7 ##HT D low-throughput & 5 1]
RES 2 TR 5 7212, AL DNA & —4r
v T EAT E 1E ) L7z high-throughput fi#HT
EOMESLZ BYE LT,

—F., BAIIAMIEEOR ET, EFREEZ
fFET 5 Foxp3™ T fiflaod o B &b —
ERITARAE 72 & DBRHFEZALITIEL U T Foxp3 FEL
% o TS —T Hifa~p b7 5 Al ik %
RTZ &AM S NI L 72 (Komatsu et al.,
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